external cardiac massage, but a few minutes later collapsed again and despite implementation of the full cardiac arrest procedure, including an attempt to expand the blood volume, she did not recover.
Post-mortem examination: There was a massive intraperitoneal hiemorrhage as a result of rupture of an aneurysm of the splenic artery which was exceptionally tortuous and atherosclerotic. The aneurysm was 1.5 cm in diameter and was situated near the hilum of the spleen.
Investigations: The results of the investigations became available later. Hb 5.5 g/100 ml; mean cell hemoglobin concentration 29.5%; Wassermann reaction, Reiter protein complement fixation test and fluorescent treponemal antibody testall positive.
Comment
Since 1869 69 cases of rupture of a splenic artery aneurysm in pregnancy or the puerperium have been reported with a maternal mortality of 72 % and a foetal mortality of 97 %. Most of the aneurysms are congenital but atheromatous changes are often present. Rupture occurs most commonly in the last trimester and prolonged hypertension may be a contributory factor. No case of syphilis has been recorded before and only one other twin pregnancy.
Epigastric pain is present in almost all cases. The classical two-stage rupture may occur with recurrence of shock after initial recovery and a variable latent interval. There may be a palpable epigastric tumour, the uterus is usually lax and the feetal head is engaged, but ultimately the diagnosis depends on thinking of the condition. Maternal recovery requires rapid blood replacement and prompt ligation of the bleeding vessel which must usually be preceded by Cesarean section or hysterotomy to provide access.
Acute Intermittent Porphyria and Inappropriate
Secretion of Antidiuretic Hormone in Pregnancy G D Kerr FRCS MRCOG (Department ofObstetrics and Gynwcology, St Thomas' Hospital, London SEJ) Miss L C, aged 16. Jamaican History: Three years after this girl arrived in Britain she became pregnant by her step-brother. Her father suffered from diabetes mellitus; there was no other relevant medical or family history.
The pregnancy proceeded uneventfully until the twenty-fourth week when at the antenatal booking clinic she was noted to have an iron-deficiency anaemia: Hb 8.0 g/100 ml, serum iron 45 ,g/100 ml, blood film normochromic and normocytic, sickle test negative, electrophoresis showed no hemoglobinopathy.
Oral iron and folic acid increased the serum iron to 112 ,ug/100 ml but did not improve the anemia, and the patient was admitted to the antenatal ward in her thirty-second week for further investigation of glucose tolerance, gastrointestinal and renal function. No abnormality was found.
While an inpatient she received butobarbitone 200 mg each night as a hypnotic and, on the third day after admission, a total-dose infusion of Imferon as the serum unsaturated iron-binding capacity remained high at 600,ug/100 ml.
On the fourth day she developed nausea, vomiting and burning retrosternal pain. These symptoms persisted intermittently over the ensuing week in spite of symptomatic treatment. She became depressed and withdrawn and was thought to be suffering from hyperemesis, cesophageal reflux and a reactive depression. Although intermittently ketotic she was not dehydrated and her electrolytes remained within normal limits until two weeks after admission when she suddenly became very weak and developed a very rapid electrolyte depletion with no clinical evidence of dehydration or overhydration. She was hypopyrexial with an oral temperature of 94°F (34.5°C) and all reflexes were depressed with no focal neurological signs. Serum analysis: Sodium 100, potassium 2.8, chloride 77 and bicarbonate 19 mEq/l; urea 22 mg/100 ml. Urine: sp. gr. 1.015; no macroscopic abnormality.
Hypertonic infusions, initially of the order of 150 mEq sodium and 80 mEq potassium in 6 hours monitored in the intensive care unit, restored the electrolytes to near normal within 36 hours. The following day porphobilinogen and excess porphyrins were found in the urine and all drugs were stopped. In spite of correction of her electrolytes the patient continued to secrete concentrated urine and developed signs of overhydration. She remained weak and developed hallucinations. Some 80 hours after the onset of the acute illness she again deteriorated from a combination of marrow failure and phrenic neuropathy. She developed an acute pneumonia which proved fatal.
Post-mortem examination: The pneumonia was confirmed. Special sections of the hypothalamus showed neuronal loss especially in the paraventricular and supraoptic nuclei with a slight overall increase in glial cells. These changes have been reported (Perloth et al. 1966 ) in a similar case occurring outside pregnancy.
Discussion
The syndrome of hyponatrxmia and renal salt loss unrelated to either renal or adrenal disease was described by Bartter & Schwartz in 1967 and has been attributed to overexpansion of body fluids, the result of inappropriate secretion of antidiuretic hormone.
The salient findings are hyponatremia and hypo-osmolality of serum and extracellular fluid, continued renal excretion of sodium, no clinical evidence of fluid volume depletion, and an osmolality of the urine greater than would be expected from the tonicity of the plasma. There is also normal renal and adrenal function. Symptoms may be minimal if the serum sodium remains above 120 mEq/l. Below this level the clinical picture is one of water intoxication with irritability, anorexia, nausea and vomiting, and sometimes personality changes. With a sodium level below 105 mEq/l severe neurological disturbances are the rule, and these include areflexia, muscle weakness, bulbar palsy, coma and convulsions.
The serum chloride falls with the serum sodium, but the bicarbonate remains within or close to normal, and this together with the constant finding of sodium in the urine is of diagnostic importance. These patients are unable to handle an increased water intake and are unable to retain salt. Infusion of large quantities of sodium, even up to 800 mEq/24 h produces only a transient increase in the serum sodium and there is almost complete excretion of all the sodium so long as there is free access to water.
Treatment of the electrolyte imbalance depends on fluid restriction, assisted by infusion of hypertonic saline in the acute phase, until recovery of the sodium-conserving capacity of the kidneys is restored.
This syndrome was first recognized in patients with bronchogenic carcinoma (Schwartz et al. 1957) and has now been reported in a variety of other malignancies, diseases of the lung and diseases of the central nervous system, including acute intermittent porphyria (Hellman et al. 1962 , Nielsen & Thorn 1965 , Perloth et al. 1966 . The syndrome has not previously been reported in pregnancy.
Schwartz W B, Bennett W, Curelop S & Bartter F C (1957) American Journal ofMedicine 23, 529
The following case was also presented: Spontaneous Rupture of the Pregnant Uterus Dr B Alderman (Department ofObstetrics and Gynwecology, Liverpool University, Liverpool 3)
